Introduction
ahr's disease is Familial Idiopathic Basal Ganglia Calcification characterized by bilateral intracranial calcification and associated with neuropsychiatric manifestations. Fahr's disease referred to Fahr's (German neurologist) who described a case with bilateral calcifications in the basal ganglia and other parts of the brain in 1930, despite the fact that he was not the first to describe this kind of calcification nor did he contribute significantly to the understanding of this disorder 1 . Most cases of Fahr's disease are autosomal dominant, but familial and sporadic cases had been documented and autosomal recessive cases had been reported 2,3 . In dominant cases, most of afflicted family members by cerebral calcification are asymptomatic and even some of them may not show calcification changes till they get older. Although there is no strong evidence and some researchers doubt it, TULIP1 gene on chromosome 14q has been suggested to be Upon the patient's admission at a neurologist was consulted and an MRI scan and the following investigations were done: CBC, U&E, LFT, parathyroid hormone, HIV, syphilis, Hepatitis viruses screening& urine drug screening. All of the patient's lab tests were within normal limits and his MRI showed the following: Calcific changes, which involved basal ganglia bilaterally, both dentate nuclei and subcortical area and centrum semiovale of both hemispheres (Figure 1) . After that, a radiologist asked for a CT scan, which confirmed the finding and revealed extension of calcification to caudate nuclei, inferior aspect of thalami and cerebellum (Figure 2, 3) . Therefore, the patient's condition was diagnosed as Fahr's Disease after the exclusion of other disorders like, Wilson disease and metabolic disorder related to parathyroid hormone. Upon admission to (Where?), the patient received a small dose of clozapine, which was discontinued, then Tetrabenazine was prescribed by neurologist, who added Sodium valproate later. The patient's condition did not show any marked changes and was discharged in order to be admitted to a long-term rehabilitation facility. However, after that, patient was seen once at an ER with the same presentation, but no more visits were made since then
Discussion
The most common sites of calcifications are basal ganglia and dentate nuclei of cerebellum. Hence, one of the other names of the disease is Bilateral Striopallidodentate Calcification (BSPDC). However, calcification can involve centrum ovale. Thalami, cerebral cortex, subcortex and no part of the brain could be spared. The extension of calcification is directly related to the psychiatric manifestations, but not to the neurological ones, which could explain the presentation of the acute psychosis in the patient in this study 8 In mood disorders, antidepressant agents showed good responses 26 . In the case presented in this study, it is not clear if the past active psychotic episodes of the patient were a genuine schizophrenic manifestation (supported by typical age at presentation and progressive course of the illness over long period) or just an early psychiatric presentation of Fahr's disease that preceded the movement disorder. Since the presentation is sudden, no family history of schizophrenia and because of the extensive calcification that was most likely to be there at the start of psychosis, the researchers suggest the later diagnosis, starting psychotic patients on antipsychotic need close monitoring and observation for any side effect development like movement abnormalities especially if there is no response to anticholinergic medications. Cerebral imaging is strongly indicated when patients without a family history of psychosis are presented with sudden psychosis or a case of unordinary movement complication to antipsychotic medication not responding to the usual interventions. Professionals in the psychiatric field should be more educated about other differentials and causes of medications' side effects in advance.
References:
1. Manyam 
